Until recently hypernatraemia was a common biochemical abnormality in infants with gastroenteritis in Western countries,1-2 and it is not unknown in developing ones. 3 This abnormality has been associated with a high mortality rate and particularly with cerebral damage.1 4 This damage is generally due to cerebral oedema or intracranial haemorrhage and is the most serious consequence.
The high incidence of hypernatraemia in infants with gastroenteritis in Western countries has been associated with a high protein intake which stresses the homeostatic mechanisms controlling plasma osmolality,5 It has also been associated with hyperosmolar glucose solutions used in the treatment of gastroenteritis,2 and with excessive stool water loss caused by intestinal carbohydrate malabsorption together with slow treatment of volume deficits. 3 Davies called for a return to breast feeding as a protection against hypernatraemia,5 but this has happened only to a very limited extent. However, the use of low solute cows' milk formulae is now widespread and this has been accompanied by later introduction of solids into the diet.6 (P D Manuel and J A Walker-Smith, 1978, unpublished observations).
There is now evidence that overconcentration of feeds produced by faulty reconstitution 7-8 iS becoming less common, possibly as a result of propaganda aimed at discouraging high solute 95 % of the 39 infants admitted with hypernatraemia were dehydrated compared with about 30% of infants admitted with gastroenteritis. This, together with the fact that the mean duration of symptoms on admission to hospital was less than 3 days in the hypernatraemic infants, suggests that hypernatraemia is almost completely confined to severely affected infants. Because of the severity of symptoms, most (87 5 %) infants had been seen by their doctors and treatment been instituted before admission.
It is worrying that the severity of the illness was not recognised or not recognisable, and particularly worrying that inappropriate treatment of symptoms appeared still to be the mainstay of therapy.
It is notable that hypernatraemia was not to any great extent a disorder of immigrants who might be expected to have a poor knowledge of the language and to find reconstitution of milk feeds difficult.
Half the number of infants admitted with hypernatraemia (compared with 56% of all infants in 1975-76 and 1977 with gastroenteritis), were from the indigenous population.
Management during hospital admission was similar in the three periods, as was the outcome. Three deaths occurred wholly as a result of hypernatraemia, one in each of the 12-month periods, an incidence of major complications of 77 % (similar to that reported by Ironside et al.) .2 Previous studies reported a high (30%) incidence of convulsions during rehydration,' 4but no infant had convulsions in this study.
Significant hypokalaemia, hyperglycaemia, acidosis, and anaemia were not major problems in management. None of the infants admitted in 1975-76 or 1977 was found to be excreting a recognised bacterial pathogen in stools, although the infant who died wholly from hypernatraemia in 1973 was excreting an enteropathogenic Escherichia coli. In 1977, 2 of 5 infants were excreting rotavirus in their stools, this being a similar incidence to that found among all infants admitted with gastroenteritis to this unit,'2 but providing further evidence that rotavirus gastroenteritis can be severe.
Transient sugar intolerance occurred in 5 (31 %) of 16 infants in 1975-76 and 1977, while delayed recovery (postenteritis syndrome) occurred in only one (6 * 67 %) of 16 of infants. This latter figure is less than the incidence of delayed recovery for all infants admitted,13 but may reflect the older age group from which the hypernatraemic infants were taken and their good nutritional state.
In conclusion, the incidence of hypernatraemia as a complication of gastroenteritis has declined, probably as a result of the change to low solute milks in the feeding of infants. Where it did occur the infants tended to be older and were being fed a high solute milk formula or unaltered cows' milk together with solids.
Addendum
The decline in hypernatraemia has continued and in the period 1 November 1978 to 31 October 1979 there were 4 cases of hypernatraemia out of a total of 509 admissions. There were no deaths (M Placzek, 1979, personal communication).
We are grateful to Professor C B S Wood for allowing us to use data collected on his patients.
